Feline lead toxicosis has been reported, but only infre-increase in nucleated red blood cells. There was no increased quently. 1, 2, 6 Lead toxicity in the cat is vague in its clinical basophilic stippling of the red blood cells. The total red blood signs and therefore can easily go undiagnosed. Further, re-cell count was 5,300,000, the packed cell volume was 23%, ports of cases in multiple cats in the same household are and the hemoglobin was 7.8 g/dl. sparse. Therefore, description and documentation of newly
The liver of the cat contained 73 ppm lead on a wet weight recognized cases, especially those in multiple cats, are im-basis. This concentration is diagnosic for lead poisoning. portant.
Paint debris from the dropcloth was also analyzed and con-A family that owned 9 cats remodeled a Victorian-style tained 250,000 ppm (25%) lead. house that was constructed about 1890. Much of the re-Lead poisoning in cats produces anorexia, lethargy, weight modeling consisted of removal of old paint from a porch that loss, intermittent vomiting, pallor, and seizures; 1,2,5,6 anorexia totally enclosed the first story of the house. This was an open is the most frequently reported sign. Megaesophagus ocporch so that paint removal was mostly from posts, railings, curred as a sequel to lead toxicosis in 1 recently reported and balusters.
case. 2 Vomiting, seizures, and anorexia were the most com-Paint, which consisted of multiple layers, was blistered mon clinical signs in a recent report of 10 cats with lead with a blowtorch and then scraped as chips, flakes, and dust toxicosis. 4 onto a cotton dropcloth. The more interior layers of paint Basophilic stippling of erythrocytes has been regarded as were especially disposed to pulverize.
suggestive of lead poisoning in dogs, 7 but in a recent study The cats spent much time on the porch and tended to lie basophilic stippling in lead poisoned dogs was not frequently on the dropcloths, which had a buildup of paint debris. Sev-seen. 4 Basophilic stippling did not occur in 3 case reports of era1 weeks after the paint removal began, 3 of the 9 cats lead poisoning in cats nor did increased numbers of nucleated developed anorexia. According to the owners, the cats would red cells. 1, 2, 6 look at their food and act interested in eating but would not Human lead toxicosis due to lead-based paint has tradieat. These were the only signs of illness seen, although the tionally occurred in persons in low-income housing in urban cats were observed very carefully by the owners.
areas. However, a recent report cautions that middle-and One of the cats was taken to a veterinary hospital where the animal resumed eating after a period of hospitalization. However, when returned home, the cat relapsed into the previous state of inappetence and had to be returned to the hospital. A red blood cell count on this cat revealed increased numbers of nucleated red blood cells. At this point, 1 of the veterinarians at the hospital began to suspect lead poisoning. One of the inappetent cats was euthanized and submitted for necropsy examination and blood evaluation.
Other than loss of condition, no disease changes were seen during necropsy. The blood examination revealed a mild upper-class families restoring and renovating older houses may be at risk and may be poorly informed of that risk. 3 Pets of such families are also at risk, as in this case. Lead toxicosis in cats is a vague condition, so vague that it is vital to have information on possible ongoing renovations in the home. Such information could assist greatly in making an otherwise ill-defined disorder definitive. and laboratory findings in small companion animals with lead 6. Watson ADY: 1981, Lead poisoning in a cat. J Small Anim poisoning: 347 cases (1977) (1978) (1979) (1980) (1981) (1982) (1983) (1984) (1985) (1986) Japanese pier-is (Pieris japonica), a member of the heath family (Ericaceae), is a common ornamental shrub. 3 It contains a polycyclic diterpene alkaloid, grayanotoxin (formerly andromedotoxin), that causes abdominal pain and vomiting when ingested. 1, 3 We report a case of Japanese pieris toxicosis in a herd of goats.
Six adult female pygmy goats were presented to the Purdue University Veterinary Teaching Hospital with a history of lethargy and vomiting for 1 day. Prior to this, the goats had been healthy and had been pastured together in the same field for several months.
On physical examination, all 6 goats were bloated, depressed, anorexic, and grinding their teeth. Vomitus was present around their mouths and in their beards. Heart rates (84-96 beats/minute) and respiratory rates (20-24/minute) were elevated, but rectal temperatures were normal. The feces were normal. Hematology and blood chemistry panels from 2 severely affected goats were normal except for stress leukograms, mild dehydration, and mild anemia ( Table 1) .
Two additional adult goats from the same group that had died the first day of illness were presented for postmortem examination. Cranioventral portions of the lungs were reddened and firm. Large and small bronchi of both animals contained food material. No other gross lesions were observed. Histologically, alveoli were filled with proteinaceous fluid, low numbers of neutrophils, and occasional plant fibers confirming aspiration pneumonia. Sections of cerebrum, cerebellum, brain stem, liver, and kidney were histologically unremarkable. Cholinesterase activity in brain samples was normal (6.8-9.7 &g/min). A screen of rumen contents for strychnine, nicotine, and caffeine alkaloids was negative.
Three intact elliptical finely toothed leaves (6 x 2 cm) were found in the rumen of 1 of the goats (Fig. 1) . These leaves were identical to the leaves on the branches of a Japanese pieris plant presented by the owner of the animals. A neighbor had thrown these plants into the goats' pasture after pruning his shrubery 2 days earlier.
The 6 surviving goats were treated with activated charcoal (75 g/goat) administered by stomach tube. Within 24 hours, all of the goats were eating hay, although 2 of them remained mildly depressed for another 24 hours. A diagnosis of Jap-From the Departments of Veterinary Clinical Sciences (Plumlee) and Veterinary Pathobiology (VanAlstine, Sullivan), Purdue University School of Veterinary Medicine, West Lafayette, IN 47907.
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anese pieris toxicosis was made based on the history, clinical signs, necropsy findings, and identification of the leaves in the rumen. Plants of the Ericaceae family include the laurels, azaleas, and rhododendrons. 3 These plants contain grayanotoxins in the leaves, stems, and flowers. Grayanotoxins have digitalislike cardiotoxic effects, although they are structurally unrelated to digitalis. 1 Honey made from these plants has been reported to cause cardiac arrythmias, vomiting, mild paralysis, and convulsions in humans and is known as "mad honey." 7 Grayanotoxins stabilize voltage-sensitive sodium channels in the open position and thereby increase the permeability of nervous tissue to sodium ions. Pyrethroid insecticides cause toxicosis by a similar mechanism but have a different site of action at the sodium channels. 10 Grayanotoxin I increases the influx of sodium ions in the brain and the heart. Grayanotoxin III causes prolonged depolarization in skeletal muscle. 6 Japanese pieris toxicosis in goats has been previously reported. 5,8,9 Fresh foliage equalling approximately 0.1% of a goat's body weight can be toxic. 8 Typical clinical signs are depression, copious salivation, abdominal pain, and vomiting. Necropsy findings are not specific. Death is often due to aspiration pneumonia secondary to the vomiting. 3, 8 One Figure 1 . A minimally digested elliptical finely toothed Japanese pieris leaf recovered from the rumen of a goat.
